a b s t r a c t
Introduction: Mental stress is considered to be a trigger for acute myocardial infarction (MI), with inflammation thought to provide a mechanism. Inflammation is reciprocally linked to oxidative stress, which has also been implicated in MI. The purpose of this study was to assess the effects of experimentally-induced inflammation on the oxidative stress response to mental stress in healthy participants. Methods: Healthy males undertook one of two inflammatory stimuli: typhoid vaccination (Vaccination paradigm, N = 17) or eccentric exercise (Eccentric exercise paradigm, N = 17). All participants completed a mental arithmetic stress task twice (within-subject design): 6 h after the inflammatory stimulus, and during a control non-inflammation condition. Blood samples were taken before, immediately and 30 min after the stress task. Plasma was assessed for interleukin-6 (IL-6), protein carbonyls (PC), lipid hydroperoxides (LOOH), total antioxidant capacity (TAC) and nitric oxide metabolites (NOx). Results: Vaccination paradigm: IL-6, PC and NOx were significantly higher in the vaccination condition, relative to the control condition (p < .05). PC, TAC, LOOH and NOx were unchanged in response to mental stress in both the vaccination and control conditions. Eccentric Exercise paradigm: IL-6 and TAC were significantly higher in the eccentric exercise condition (p < .05), relative to the control condition. PC, TAC and NOx were unchanged in response to mental stress in both the eccentric exercise and control conditions. Conclusions: Two different inflammatory paradigms were successful in increasing selective plasma markers of inflammation and oxidative stress prior to a mental stress task. However, experimentally induced transient inflammation had no impact on mental stress-induced changes in plasma LOOH, PC, TAC or NOx in young healthy participants.
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Introduction
Mental stress has been proposed as a potential trigger for myocardial infarction (MI) (Bergovec et al., 1992; Strike and Steptoe, 2005) . The physiologic mechanisms linking mental stress to MI have not been fully clarified, however inflammation has been implicated (Paine and Veldhuijzen van Zanten, 2012; Wilbert-Lampen et al., 2010) . Laboratory models have been used to investigate the role of inflammation in populations with elevated risk for cardiovascular disease and findings have shown that mental stress-induced ischemia is associated with future MI (Babyak et al., 2011; Krantz et al., 1999) . Interestingly, mental stress-induced ischemia is more prevalent in those with higher baseline levels of inflammation (Shah et al., 2006) . Inflammation is known to be intrinsically linked to oxidative stress, a state whereby the production of reactive oxygen species (ROS) overwhelms antioxidants (Wadley et al., 2012) . Both oxidative stress and inflammation are independently associated with the development of cardiovascular disease (CVD) and MI (Cai and Harrison, 2000; Dhalla et al., 2000; Ross, 1999) . Given the adverse effect of oxidative stress on http://dx.doi.org/10.1016/j.bbi.2014.03.009 0889-1591/Ó 2014 Elsevier Inc. All rights reserved.
